SIR-We read with great interest the report by Raguin et al.
Reply
SIR-Altwegg and Hinrikson, in their letter, question the conclusion in our report that Shigella boydii may be the causative agent of malakoplakia. We agree that the fragment of the 16S rRNA gene amplified with primers 91E and 13B does not permit sequences of several members of the family Enterobacteriaceae to be distinguished reliably.
At the time of writing our report, the BLAST search version we used (BLASTN 1.4.9 MP 26 h1996) gave the highest score of homology for S. boydii, closely followed by Shigella sonnei, Shigella flexneri, Hafnia alvei, and Escherichia coli. We agree that the subtle differences given by the alignment search tool should have been interpreted more cautiously. However, since then, we have used the Microseq 16S rRNA Gene Kit (PerkinElmer, Applied Biosystems, Foster City, CA) to amplify the first 500 bp in the 5 region of the bacterial 16S rDNA gene, which allows discrimination between S. boydii and E. coli. The DNA extracted from the malakoplakia tissue was confirmed to contain a 16S rDNA sequence giving the highest genetic relatedness with S. boydii 16S sequences and demonstrating 7 bp of difference from E. coli 16S rDNA sequences in discriminant codons.
On the basis of these data, we think that it is probable (though not certain) that malakoplakia in the patient described was caused by S. boydii. 
